We have previously demonstrated a neuroprotective mechanism of facial motoneuron (FMN) survival after facial nerve axotomy that is dependent on CD4 + Th2 cell interaction with peripheral antigen-presenting cells, as well as CNS resident microglia. To investigate this mechanism, we chose to study the Th2-associated chemokine, CCL11, and Th1-associated chemokine, CXCL11, in wild-type and presymptomatic mSOD1 mice after facial nerve axotomy. In this report, the results indicate that CCL11 is constitutively expressed in the uninjured facial motor nucleus, but CXCL11 is not expressed at all. Facial nerve axotomy induced a shift in CCL11 expression from FMN to astrocytes, whereas CXCL11 was induced in FMN. Differences in the number of CCL11-and CXCL11-expressing cells were observed between WT and mSOD1 mice after facial nerve axotomy.
Introduction
Our lab discovered that facial motoneuron (FMN) survival is decreased in mice that lack functional adaptive immune systems (Serpe et al., 1999) . Using the recombination activating gene 2-deficient mouse and adoptive transfer of CD4 + , CD8
+ and B lymphocytes, we demonstrated a neuroprotective role for CD4 + T cells in FMN survival after injury in the mouse (Serpe et al., 2003) . Additionally, previous studies found a maximum increase in T cell infiltration of the axotomized mouse facial motor nucleus between 7 and 21 days after injury (Raivich et al., 1998) . Furthermore, it has been demonstrated that CD4 + T cells infiltrate the facial motor nucleus after facial nerve injury (Ha et al., 2007) . In support of these findings, our laboratory has shown that CNS resident microglia are necessary to reactivate CD4 + T cells centrally (Byram et al., 2004) , suggesting that a mechanism must exist for peripheral CD4 + T cell recruitment to the injured facial motor nucleus from the draining cervical lymph nodes. After activation, naïve CD4 + T cells differentiate into T helper 2 (Th2) and Th1 cells, as characterized by the production and/or secretion of the cytokines interleukin 4 (IL-4) and interferon gamma (IFN-γ), respectively (Stout and Bottomly, 1989) . Additionally, we have found that facial nerve axotomy induces the development of both Th2 and Th1 cells in draining cervical lymph nodes (Xin et al., 2008) and that the Th2, but not the Th1, effector subset mediates neuroprotection of FMN after injury (Deboy et al., 2006) following its re-activation centrally (Byram et al., 2004) . Armstrong et al. (2003) demonstrated increased mRNA levels for pituitary adenylyl cyclase activating polypeptide (PACAP) mRNA levels in FMN after facial nerve axotomy. Since murine microglia cultured in the presence of PACAP increase Th2-associated chemokine expression (Wainwright et al., 2008) , the data collectively suggest that, following a peripheral nerve injury outside the blood-brain-barrier (BBB), microglia that are capable of antigen presentation centrally (Carson et al., 1999) interact with neuroprotective Th2 cells after their recruitment in a Th2-associated chemokine expression-dependent manner. Chemokines, otherwise known as chemotactic cytokines, are grouped into a family of 8-14 kD proteins capable of recruiting cells that express the cognate chemokine receptor (Tanabe et al., 1997) . Based on the amino terminal arrangement of cysteine residues, the 48 currently identified chemokines are classified as α, β, δ and γ. Chemokines are further classified into homeostatic and inflammatory tissue subsets, based on constitutive or inducible expression, respectively (Gardner et al., 2004) . Homeostatic chemokines that contribute to T cell immunosurveillance in the lymph nodes, gut and skin have been identified and reviewed (Kunkel and Butcher, 2002) , Journal of Neuroimmunology 216 (2009) 66-75 
